We herein report a rare occurrence of Addison's 
Introduction

Addison's disease is an adrenal gland insufficiency which occurs due to various etiologies. In the past, tubercular Addison's disease was more common than idiopathic Addison's disease or other etiologies. However, this phenomenon reflects the decrease in the incidence of tuberculosis. As a result, tubercular Addison's disease is rare today (1). However, there are no specific symptoms for Addison's disease, and it is therefore possible for a patient to fall into an adrenal crisis when this disease is not identified in a timely manner. As a result, when treating tuberculosis it is important to keep in mind that rifampicin administration has the potential to sometimes induce adrenal crisis. We herein describe the clinical course and adrenal gland image findings and discuss the occurrence of rifampicin-induced adrenal crisis in a patient demonstrating Addison's disease with miliary tuberculosis.
Case Report
An 82-year-old woman with symptoms of fever, fatigue, and appetite loss who developed a miliary shadow according to chest radiographs was transferred to our hospital. The illness began in December 2001. Chest radiograph and computed tomography findings of the chest showed a miliary shadow in both lung fields (Fig. 1) (8.3 
μg/dL), a low-level for 24-h urinary 17-ketosteroid (17-KS) concentration (2.4 mg/day), a normal-level for 24-h urinary 17-hydroxycorticoids (17-OHCS) concentration (3.4 mg/day), a high-level for renin activity (6.2 ng/mL/h), and a high-level for ACTH (440 pg
F i g u r e 2 . Ab d o mi n a l c o mp u t e d t o mo g r a p h y ( A-u p p e r ; p l a i n , A-l o we r ; e n h a n c e d ) s h o wi n g s we ll i n g o f t h e r i g h t a d r e n a l g l a n d ( a r r o wh e a d ) ( Ma r c h ) , a s l i g h t d e c r e a s e i n s i z e l a t e r ( B -u p p e r ; p l a i n , B -l o we r ; e n h a n c e d ) ( J u n e ) , a n d a l s o c a l c i f i c a t i o n ( C-u p p e r ; p l a i n , C-l o we r ; e n h a n c e d ) ( B ; J u n e , C; Oc t o b e r . ) .
Generally, in normal subjects, the serum concentration of cortisol shows a level of over 18-20 μg/dL at 30-60 minute after performing the rapid ACTH test. In this case, the serum concentration of cortisol showed a response to the test, but it was a weak response (below of 18-20 μg/dL). In this case, only the right adrenal gland had tuberculosis while the left adrenal gland was unaffected. As a result, adrenal insufficiency occurred. There is a study describing a patient in which the adrenal function remained normal after only the unilateral adrenal gland was newly infected with tuberculosis (2). The serum cortisol concentration in this case was in the normal range, but it was relatively low. In addition, even at serum cortisol levels of less than 10 μg/dL, adrenal insufficiency can still sometimes occur. An adrenal crisis can be induced by the administration of RFP (3-6). The mechanism of induction of adrenal crisis caused by administration of RFP is due to the fact that RFP induces 6β-hydroxylase.
Thereafter, the hepatic enzymes play a role in increasing the metabolism of corticosteroid. Liver biopsy studies have demonstrated that patients receiving RFP have an increased cytochrome P450 activity and an intense proliferation of the smooth endoplasmic reticulum (7, 8) . The pharmacological half-life of cortisol decreased when RFP was administered, but it returned to normal when RFP was stopped (3) . This situation resulted in the occurrence of corticosteroid deficiency. Some cases with tubercular Addison's disease demonstrating adrenal crisis induced by the administration of RFP or similar cases have been reported (9, 10 
